and intraocular hypotony,17 and the fact that cataract is a multifactorial disease,18 led us to the present seroepidemiological study. The primary purpose of this study was to determine out whether this viral disease represents a risk factor for cataract and, secondly, to evaluate the seroprevalence of PUU antibodies among the elderly population of Eastern Finland.
Patients and methods
Savonlinna Central Hospital is located in a lake region in which the incidence of nephropathia epidemica is Table 1 .
Discussion
The total seroprevalence to PUU in the present series, 30%, is the highest reported so far.8-12 Therefore, this does not support the hypothesis that there is a cataractogenic effect associated with nephropathia epidemica, because there was significantly more seropositivity to PUU in men. In this study, the high mean age of the patients undergoing cataract surgery was due to the exclusion of younger patients with a recognised aetiology of cataract.
The results of the present study suggest that there is a slight association between PUU infection and cataract formation even if no statistical significance was found.
This Penetrating ocular injuries may induce a variety of haemorrhagic, inflammatory and structural sequelae, including proliferative vitreoretinopathy, sympathetic ophthalmitis, retinal detachment and intraocular haemorrhage. Despite an environment favouring the development of reparative fibrovascularisation, retinal neovascularisation following retinal detachment or trauma is uncommon. We present a case of unilateral peripheral retinal neovascularisation developing after posterior penetrating ocular trauma in the absence of other identifiable vasculogenic stimuli.
Case report
A 21-year-old white man sustained a penetrating injury of the right eye from a hand-held 7 em spike whilst repairing a car. He underwent primary repair of a 4 mm circumferential nasal limbal wound with repositioning of prolapsed iris. There was no retained intraocular foreign body. Post-operative examination revealed a nasal retinal impact site with attached gel and a localised area of vitreous incarceration to the nasal limbal wound, although the retina was otherwise normal. The eye made an uneventful recovery, achieving 6/5 unaided vision. Three months following the injury, peripheral retinal neovascularisation was identified in the right eye at the posterior border of the vitreous base. Fluorescein angiography revealed peripheral non-perfusion throughout 3600 of the right eye with scattered peripheral sea-fan neovascularisation in all quadrants, but no vascular sheathing or features of vasculitis (Fig. 1) . The left eye was normal to clinical and angiographic examination. Blood pressure, digital ophthalmodynamometry, full blood count, ESR, serum electrolytes, glucose, ACE, anticardiolipin antibody, haemoglobin electrophoresis, immunological tests, and investigations of the anticoagulant and fibrinolytic system were normal, although protein S was raised to 160% (normal range, 70-140%). The clinical appearance is unchanged at 3 years' follow-up.
Comment
Retinal neovascularisation develops in response to multiple extracellular modulating and cellular factors acting on endothelial cells at discontinuities in the basement membrane.1 Such factors promote peripheral retinal neovascularisation in a variety of ischaemic and 
